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Psoriasis is a chronic inflammatory cuta-
neous disorder of multifactorial etiology,
influenced by both genetic and envi-
ronmental factors such as infec-
tion (Nestle et al., 2009), especially
bacterial infection (England et al.,
1997; Brown et al., 2000; Gudjonsson
et al., 2003; El-Rachkidy et al., 2007).
Specifically, streptococcal DNA was
found to be involved in psoriasis deve-
lopment. The proliferation of peripheral
blood mononuclear cells (PBMCs),
activation of T cells, and interferon-a
(IFN-a) secretion by PBMCs were atte-
nuated after stimulation of non-NASA
(non-nucleic acid streptococcal antigen,
non-NASA). The attenuated T-cell acti-
vation and IFN-a secretion in psoriatic
patients could be reconstituted when
stimulated by non-NASA combined
with synthetic CpG-A (CpG-A is syn-
thetic ODN containing CpG motifs and
activate pDC; Cai et al., 2009). At the
same time, a single-nucleotide polymor-
phism (SNP) rs1713239 ((interleukin
(IL)-20)-1723 C-4G) was found to be
associated with psoriatic patients,
especially those patients triggered or
acerbated by upper respiratory tract
infection (Chen et al., 2011).
We recently found potential synergy
between this SNP rs1713239 and CpG-A
or IL-1b in regulating the transcrip-
tional activity of the IL-20 promoter,
which enhances IL-20 expression
further. We found that patients carrying
the G allele produced more IL-20 upon
CpG-A or IL-1b stimulation, compared
with the ones carrying the C allele
(Wang et al., 2013). In the process of
investigating the pathogenesis of pso-
riasis, we found that dermal gd T cells
rather than Th17 cells was the main
source of IL-17 in the skin upon IL-23
stimulation, and this process needs
IL-1b. IL-23 was produced by dendritic
cells and macrophages upon stimu-
lation by the microbial products (Cai
et al., 2011).
Based on these findings, we proposed
skin targeting therapy. The treatment
aims at protecting the integrity of the
epidermis in order to minimize disease
exacerbation, which results from the
activation of subcutaneous inflamma-
tory cells due to skin damage. Our
research found that by reinforcing bar-
rier protection, psoriasis patients had
significant increase in their normal and
lesional skin electrical capacitance,
decrease in lesion transepidermal water
loss, and psoriasis area and severity
index scores. More importantly, the
relapse rate in these patients was lower
than in controls. Skin electrical capaci-
tance, decrease in lesional transepider-
mal water loss, and psoriasis area and
severity index score decreases soon after
topical steroid treatment, but the index
returned to the baseline after long-term
usage of steroid.
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